Preeclampsia (pregnancy-induced hypertension) is a disorder specific to pregnancy and the pathological changes it causes regress after delivery. Reversible hyperuricaemia is the most characteristic biochemical feature of preeclampsia, first noted nearly 60 years ago by Slemons and Bogert (1917) . More recently, Chesley and Williams have shown that the high plasma urate is the result of renal tubular urate retention occurring independently of decreases in the glomerular filtration rate (GFR) . Why renal tubular function should alter is not known but clinical and pathological studies clearly demonstrate that the degree of hyperuricaemia in preeclampsia reflects the severity of the disorder (Redman et al, 1976) , as well as being the best correlate of renal biopsy changes (Pollak and Nettles, 1960) .
Of the many possible causes of urate retention, lactate acidosis has received most attention. In non-pregnant subjects, it explains the urate retention of starvation (Murphy and Shipman, 1963) and the hyperuricaemia following grand-mal convulsions (Warren et al, 1975 (Bonnar et al, 1971) , and the disease enters a final fulminating stage which, without intervention, ends either with eclampsia, a fetal death, or spontaneous labour and delivery. The poor fetal prognosis, once proteinuria develops, has been amply documented in the first British Perinatal Mortality Survey (Butler and Bonham, 1963) . Preeclamptic uraemia is ischaemic in origin. Arterial constriction, glomerular endothelial swelling and intravascular fibrin deposition are all developed sufficiently to explain the deterioration in renal function.
One of the major problems in studying preeclampsia has been the lack of observations in the earliest stages of the disease. By managing selected high-risk patients in a combined antenatal hypertension clinic, we have been able to document the renal changes occurring throughout the evolution of preeclampsia. 17-8 ± 2-9 25 5 ± 4 0 27-9 i 3-3 28-6 3-1 30 9 A 3 1 1-3 + 0-4 Mean + 1 SD 4-3 Boyle and colleagues (1966) . These investigators deliberately stored their specimens for three weeks to allow the disappearance of non-urate chromogens-a procedure which we did not follow, and this probably explains the differences. Nonpregnant hypertensive individuals have a tendency to high plasma urate levels (Kinsey et al, 1961) . It is interesting to see that these differences are obscured during pregnancy but appear six weeks after delivery.
Methods and Results

Chronic
Our observations confirm the impression that kidney involvement in preeclampsia takes place in two relatively clear-cut stages which develop with a highly variable time course. At one extreme the changes may be compressed into one or two weeks. At the other they may be spread out over two or three months. Hyperuricaemia is consistently the earliest change, with uraemia and proteinuria occurring later. The clinical relevance of these observations is that serial measurement of plasma urate may give considerable warning of developing preeclampsia, and the appearance of hyperuricaemia is highly correlated with impaired fetal prognosis (Redman et al, 1976) .
Of great interest is the evidence that the platelet Renal function in preeclampsia count is beginning to fall at the time that hyperuricaemia is developing. This is almost certainly an indicator of excessive platelet consumption, probably in the uteroplacental circulation. Preeclampsia is characterized by obstructive lesions in the uterine spiral arteries (Brosens, 1964) , thought to be thrombotic in origin and in turn responsible for placental infarction. We may therefore be documenting events causing and resulting from progressive placental ischaemia, the platelet changes reflecting local spiral artery thrombosis and the hyperuricaemia either resulting from a lactate acidosis generated by the anoxic placenta or from changes in the renal circulation due to vasoactive substances released from the ischaemic placenta.
